). Alterations in the immune system due to changes in Ca 2þ homeostasis has spiked interest in studying the role of SOCE in another critical function of the immune system-anticancer immunity. Relatively little is known about SOCE and its role in oncology and the evidence gathered so far seems to suggest that it is both important in tumour detection as well as tumour growth (Prevarskaya et al, 2011) . Mouse models have shown that STIM1 and Orai1 expression is critical for breast cell tumour migration and metastasis (Yang et al, 2009 ). Other work in human prostate cancer cells has shown that normal expression of Orai1 and SOCE are critical in maintaining the rate of apoptosis and thus, resistance to prostate cancer (Flourakis et al, 2010 (Weidinger et al, 2013) . A few of the mechanisms in which cytotoxic T cells work against tumour cells is through the expression of FasL, release of cytolytic granules and secretion of cytokines such as IFNg and TNFa, which induce apoptosis of cancer cells. These processes are dependent on intracellular Ca 2þ signals and this paper provides evidence about how SOCE affects the functioning and physiology of many of these critical processes. The idea that intact SOCE is necessary for T-cell function, but not necessarily cell proliferation has been raised several times in previous research. Although the phenotype of SOCE mutants is similar to that seen in severe combined immunodeficiency (SCID), the immune cell populations in these patients seem to be largely preserved. Orai1 À/À T cells have been shown to proliferate normally despite reduction in function and many human families with immunodeficiency due to mutations in STIM1 show a normal T-cell count, despite the immunologic deficit in the normal functioning of their immune cells (Feske, 2009 in both wild type and STIM1/STIM2 deficient double knockout mice. In descriptions of human families with nonsense mutations in STIM1 that caused either reduced or absent SOCE, the T-cell repertoire was found to be normal or close to normal, with the more explicit deficit being in T-cell functioning (Picard et al, 2009 ). Similar evidence was found in a child with STIM1 deficiency that developed a fatal Kaposi's sarcoma who presented with a normal immunologic cell count (Byun et al, 2010) . Although there is some variation in the counts of subpopulations of T cells in various human and mouse mutants with deficient SOCE, the overall evidence seems to suggest that the immunodeficiency caused by deficient SOCE is not a direct function of the number of T cells present. The Weidinger paper raises several ideas about the mechanisms of cytotoxicity that are affected by mutations in STIM1 and STIM2 in cytotoxic T cells (Weidinger et al, 2013 (Cross et al, 2013; Dickson et al, 2012) . The role of Orai1 in cell death in T-cell lines, by multiple mechanisms that could involve an increase in mitochondrial Ca 2þ levels as well as regulation of NFAT signalling suggests that cell survival and apoptosis is another critical component to the story of antitumour immunity as regulated by store operated calcium entry (Srikanth and Gwack, 2013) . Another mechanism represented is the expression of FasL on the surface of these tumour cells, which affects the interaction of the cytotoxic cells with their target tumour cells. The reduced expression of FasL on the surface of cytotoxic T cells post exposure to BTP-2 indicates that SOCE has a significant role to play in this mechanism of cytotoxicity. The expression of FasL is regulated by NFAT, whose nuclear translocation has been shown to be negatively affected in both STIM1 and STIM2 knockout helper T cells in mouse models. 
